The case is reported of a patient with central nervous system systemic lupus erythematosus (SLE) with features of progressive multifocal leucoencephalopathy (PML) seen clinicaily and by magnetic resonance imaging. A brain biopsy sample showed microinfarcts. The use of magnetic resonance imaging and IgG synthesis rates in evaluating central nervous system lupus, the co-occurrence of SLE and PML, and the differentiation of these entities by magnetic resonance imaging and by histology are considered.
The central nervous system manifestations of systemic lupus erythematosus (SLE) are protean. Strokes, seizures, acute psychosis, depression, focal neurological impairment, and subtle psychological abnormalities are among the myriad of neurological findings in patients with SLE. One finding in patients with SLE is progressive multifocal leucoencephalopathy (PML).1-5 Magnetic resonance imaging has been used for the ongoing evaluation of central nervous system lupusl' and PML," perhaps increasing our rate of identification of these two diseases when they occur concomitandy.
We report here the case of a patient with SLE who had neurological findings and magnetic resonance imaging abnormalities that mimicked PML. A brain biopsy sample was taken from the patient while she was still alive, providing pathological correlation with 0-357 g/24 hours. Routine, mycobacterial, and fungal cultures of the cerebrospinal fluid were negative. Antibodies to double stranded DNA were slightly increased at 20% (Farr assay, normal less than 15%). Total haemolytic complement was decreased at 48 U/ml (normal less than 64 U/ml). She again received a single dose of cyclophosphamide (700 mg) intravenously, followed two weeks later by intravenous methylprednisolone (250 mg) each day for three days.
A third magnetic resonance imaging scan of her brain showed an interval increase in the diffuse abnormality of the deep cerebral white matter in the cerebral hemispheres bilaterally, with no evidence of focal abnormalities nor masses. The scan also showed a progressive increase in the size of ventricles compared with the scan taken in June 1986. Two weeks later a fourth brain magnetic resonance imaging scan ( fig 3A and B) showed a further progression of the diffuse white matter demyelination, which now affected the internal capsules bilaterally, mid pons, and both cerebral peduncles. The patient was then treated by plasmapheresis.
The rapid progression of the neurological disease raised the possibility that the patient might have PML, which cannot be treated. Consequently before using further intravenous cyclophosphamide and plasmapheresis to treat the patient's central nervous system lupus, a stereotactic needle biopsy sample was taken of the right frontal white cerebral matter at the University of California at San Francisco. The biopsy sample showed perivascular loss of myelin and reactive astrocytic gliosis (fig 4) . No 
